There is evidence that patients with antiphopholipid antibodies, detected as lupus anticoagulant (LAC) or In the meantime, the boy progressively developed multiple limitations of joint motion and diffuse radiological signs ofarticular damage. During this time he was seldom referred to our department and the dosage and regimen of low dose prednisone were managed by his parents at home independently, according to his daily symptoms. In September 1988, 10 years after onset, he had a cushingoid appearance, with multiple limitations of joint motion and severe difficulty in walking, and persistence of fever, rash, and polyarticular synovitis. Skeletal radiograms revealed a dorsolumbar vertebral collapse, worsening of articular erosions, particularly at the hips, and diffuse osteoporosis. Steroids were suspended and low dose oral methotrexate (10 mg/m2/week) was started in association with salicylates.
In May 1990 the child was involved in a road accident and suffered a multiple fracture of the right tibia. He was treated elsewhere with exceedingly prolonged (five months) plaster immobilisation of the right leg. After plaster removal a generalised swelling of the right leg with cutaneous erythema and local pain was noted. The child came back to our department three months later. Physical examination showed swelling of both legs, with the circumference of the right 3 cm greater than the contralateral, slight cutaneous redness and, on the right side, a subcutaneous venous reticulum and oedema of the dorsum of the foot. It should be noted that in our patient both LAC and aCL were detected and that it has been suggested that LAC represents a more specific, although less sensitive, marker of the thrombotic risk than aCL.6
In conclusion, our report suggests that short term prophylactic anticoagulant and/or antiaggregant treatment should be considered in those antiphospholipid antibody positive children with JCA who require immobilisation, particularly if circulating LAC is present. Abstract Two children are described with anaemia from ileocolic anastomosic ulceration as a late complication ofsurgery in the newborn period. The anastomosis was revised in each case but in one child there was early recurrence of ulceration.
(Arch Dis Child 1992;67: Ulceration at the site of an ileocolic anastomosis as a late complication of neonatal surgery has been described, but is probably underrecognised. Rational management is hampered by lack of understanding of the underlying aetiology of the condition. We report our experience in two children with this unusual problem.
Case reports CASE 1 A boy of 25 weeks' gestation required ventilation for respiratory distress, but after extubation he was established on full enteral feeds. At 9 weeks of age he developed abdominal distension and bloody diarrhoea and an abdominal x ray film confirmed necrotising enterocolitis. Despite medical management his condition deteriorated, necessitating laparotomy. A diseased segment of ileum was resected and a cutaneous enterostomy fashioned, after which he made a good recovery. Two months later radiological investigation confirmed two colonic strictures that were resected and an ileocolic anastomosis performed. He was discharged home at 6 months of age, on full enteral feeding, and followed up at his local hospital.
He was referred to the surgical unit at the age of 7 years for investigation of anaemia. He had no symptoms, was on the third centile for both height and weight, and was passing two normal stools each day. Despite recent transfusion, investigation revealed a microcytic hypochromic anaemia, with a haemoglobin concentration of 65 g/l. Testing for faecal occult blood gave a strongly positive result. An upper gastrointestinal endoscopy and barium meal both gave normal results, but at colonoscopy the mucosa thrombosis in juvenile chronic arthritis. 
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